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Neucysticercosis (NCC) is the most common Helminthic infection of 
the central nervous system and its epidemiology is changing due to 
increasing travel and migration. Evidence to guide management of the 
intraventricular form is limited. The intraventricularvariant of NCC is 
less common than parenchymal disease and usually presents with 
acutely raised intracranial pressure and untreated it progresses rapidly 
with high mortality. It is considered as a potentially life threatening 
emergency. We report an acute case of 30 year old female who suffered 
from cephalalgia which rapidly worsened and ended in her sudden and 
unexpected death. Magnetic resonance imaging (MRI) of the brain was 
obtained. Features demonstrated on MRI scan were consistent with a 
diagnosis of intraventricular NCC.    
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Introduction:- 
Neurocysticercosis is the most important helminthic central nervous system (CNS) infection worldwide and 
increasing travel and migration has led to a growing number of patients being diagnosed in non-endemic countries
1
. 
 
The majority of the published literature relates to the parenchymal form of the disease, and there is a paucity of 
epidemiological studies and high quality evidence to guide the management of the intraventricular variant. It is 
caused by the larval stage of the tapeworm Taeniasolium, ingested by humans who become dead end intermediate 
hosts.
2 
 
The clinical manifestations of the disease vary with the size and location of cysticerci and the intensity of the host’s 
immune response. 
 
Oncospheres migrate to various tissues, most commonly the CNS, eyes, muscles and subcutaneous tissues, and once 
fully developed as viable cysts, go through three consecutive distinct stages in the process of degeneration: colloidal, 
granular and calcified forms.
3
 In intraventricularneurocysticercosis, the larvae reach the cerebral ventricles via the 
choroid plexus and cause symptoms either from obstructing CSF flow, ependymitis or both.
4,5 
 
Intraventricular disease has been reported to occur in between 7.3% and 61.3% of cases of neurocysticercosis.
6
 
Cysts are most often found in the fourth ventricle (range 43%–70%) followed by the lateral (11%–43%) and third 
(1%–29%) ventricles with a minority in the Sylvean aqueduct (7%–9%).7,8 Compared to parenchymal 
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neurocysticercosis, patients with intraventricular disease have a worse overall outcome and most deaths occur in this 
subgroup.
9 
 
Case Report:- 
30 year old female presented with the history headache from last 3 weeks. The headache became worse over the last 
4-5 days and was associated with vomiting. One day before she had high grade fever and she lapsed into altered 
sensorium. There was no history of seizure, trauma, blurring of vision and photophobia and no other relevant fever 
history. Patient had previously been healthy without medical concerns. Her family denied previous history of 
consuming raw pork meat.  
 
At the time of presentation patient was in altered sensorium (GCS-E1V1M2) and pupils were bilaterally constricted 
and reacting to light. She had fever of 101 degree F on examination she had neck stiffness with no focal neurological 
deficits. No pathological reflex was detected. She had leucocytosis of 21500 of which 83% were neutrophills and 
blood test including HIV serology, thyroid function test, viral markers, coagulation profile, vitamin B12 levels, 
infectious profile – IgMtyphi dot, malaria Ag, urine culture and blood culture was unremarkable. However  plasma 
procalcitonin levels was 30.80 ng/ml and lactate levels was 11.06 mmol/L. NCCT Brain showed non 
communicating hydrocephalus with normal sized 4th ventricle. Empirical treatment for bacterial meningitis was 
started and patient was intubated in view of poor GCS and was put on ventilator. Guarded lumbar puncture was 
done and CSF collected contained all 35-40 mononuclear cells per mm3 and no organisms were identified on gram 
stain or standard bacterial culture. Also, CSF ADA levels were normal. The CSF levels of glucose and protein were 
8.4 mg/dl and 239 mg/dl respectively. Patient’s general condition deteriorated. Subsequent MRI brain with contrast 
showed an intraventricular non enhancing cystic lesion in the third ventricle causing mild obstructive hydrocephalus 
with possibility of intraventricular NCC (Figure 1). She was immediately treated with intravenous dexamethasone 
and praziquantel therapy. Emergent extra ventricular drain was put. The patient did not improve as the 
hydrocephalus did not resolve due to intraventricular inflammation presumably caused by the toxic effect of the cyst 
fluid. 2 days later, she suffered sudden cardiac arrest and despite resuscitation she died.                       
 
Discussion:- 
NCC is considered to be the most common parasite infection of the central nervous system. Although being 
considered eradicable it is still largely endemic in countries and regions where pigs are raised in primitive conditions 
and where pork is consumed raw or undercooked. Acute symptomatic seizures are the most common manifestations. 
The other clinical conditions include headache, hydrocephalus, chronic meningitis, focal neurological deficits, and 
psychological disorders.
10
 Altered sensorium and raised intracranial pressure (ICP) may require ventilatory support 
in an intensive care unit. 
 
Intraventricular NCC is a less common appearance of NCC; but is potentially serious and mobile and can steadily 
increase in volume thereby blocking the CSF flow causing obstructive hydrocephalus. Persistent or intermittent 
symptoms of raised intracranial pressure are often the first clinical signs of this presentation but sudden death has 
also been reported. Therefore, immediate diagnosis and surgical intervention are imperative. The endoscopic 
excision of the cyst is currently the method of choice since it is minimally invasive technique with good outcomes.  
In cases where hydrocephalus persists after cyst removal, ventriculo peritoneal shunting is necessitated, although 
outcomes are less favorable. 
 
MRI is considered the best neuroimaging tool for the detection of degenerating and innocuous cysticerci, while CT 
is better for calcified lesions. Control of ICH, neuroendoscopic removal of cysts from ventricles, judicious use of 
antiparasitic drugs with steroids are the mainstays of therapy. 
 
Conclusion:- 
Intraventricular disease occurs in a significant minority of patients with neurocysticercosis, which is no longer an 
infection that is restricted geographically to resource-poor regions. The presentation is with features of raised 
intracranial pressure and the untreated the mortality is high. The diagnosis is based on imaging with MRI, but 
serological tests, PCR, histopathology and direct surgical visualisation are important supplementary diagnostic tools. 
Treatment is mainly surgical, preferably using a neuroendoscopic technique, but patients should receive 
antihelmintic treatment with concomitant corticosteroids to reduce incidence of shunt failure if a ventricular shunt is 
inserted and to treat undiagnosed viable lesions elsewhere. 
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Figure1:-CEMRI showingintraventricularNeurocysticercosis. 
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